A 38-year-old man with longstanding low intraocular pressure (IOP) in his right aphakic eye presented with severe pain and high IOP (35 mm Hg). On examination, visual acuity was light perception. The central and peripheral portions of the iris were directly opposed to the posterior corneal surface and synechial closure of the pupil margin. B-scan ultrasonography showed posterior vitreous detachment. The patient was treated with topical cycloplegics, a topical beta-blocker, and a systemic hyperosmotic agent. After 1 week, the anterior chamber was deep centrally, with peripheral synechiae between the iris and the cornea. The IOP of the right eye was 4 mm Hg. This case is an unusual spontaneous malignant glaucoma occurring in a longstanding hypotonous eye. [Ophthalmic Surg Lasers Imaging 2012;43:e110-e111.]
INTRODUCTION
Malignant glaucoma was fi rst introduced by von Graefe 1 and is a rare condition characterized by an axially shallow or fl at anterior chamber, high intraocular pressure (IOP), and eye pain not relieved by peripheral iridotomy. It can occur after a variety of ophthalmic procedures and less commonly in aphakia. [2] [3] [4] [5] This report describes a case of malignant glaucoma that occurred spontaneously in an aphakic longstanding hypotonous eye.
To our knowledge, spontaneous malignant glaucoma has not been reported in a longstanding hypotonous eye.
CASE REPORT
A 38-year-old man presented with severe pain in his right aphakic eye for 3 days. His medical history was signifi cant for longstanding low IOP in the right eye, ranging from 4 to 6 mm Hg, and light perception visual acuity following lens removal secondary to ocular trauma, which had happened 10 years previously. On examination, visual acuity was light perception in the right eye and 20/20 in the left eye. IOP was 35 mm Hg in the right eye and 13 mm Hg in the left eye. The anterior chamber was fl at, and the central and peripheral portions of the iris were directly opposed to the posterior corneal surface. Fundus examination could not be performed due to synechial closure of the pupil margin ( Figure 1A) . B-scan ultrasonography showed posterior vitreous detachment. However, there was no choroidal detachment or hemorrhage ( Figure 1B ). Ultrasound biomicroscopy revealed anterior chamber fl attening and forward movement of the ciliary process and the iris (Figures 1C and D) .
We suspected malignant glaucoma as a cause of the abrupt IOP elevation owing to the fl attening of the central and peripheral chamber and fl uid accumulation behind a posterior vitreous detachment. The patient was treated with topical cycloplegics (atropine sulfate 0.5% three times daily), a topical beta-blocker (timolol maleate 0.5% twice daily), and a hyperosmotic agent (15% mannitol) intravenously to reduce aqueous production and break a ciliary block. After 1 week, the anterior chamber was deep centrally, with peripheral synechiae between the iris and the cornea ( Figure 1E ). The IOP of the right eye was 4 mm Hg. Ultrasound biomicroscopy showed that the anterior chamber was deep centrally ( Figure 1F ). The patient continued to receive topical cycloplegics three times daily and a topical beta-blocker twice daily for several weeks, after which they were withdrawn gradually. On the last follow-up visit, the ocular pain had subsided, the anterior chamber was well maintained, and the IOP was maintained at 4 to 6 mm Hg.
DISCUSSION
When normal aqueous fl ow is impeded by apposition of the ciliary processes against the equator of the lens or anterior hyaloid, aqueous misdirection to the vitreous cavity leads to increased vitreous volume, forward displacement of the iris-lens or iris-vitreous diaphragm, anterior chamber shallowing, and increased IOP. 1, 2, 6 We believe our patient had impeded normal aqueous fl ow due to longstanding ciliovitreal block and synechial closure of the pupil margin. In addition, the posterior vitreous detachment, seen in our case, can induce vitreous condensation. Anterior vitreous condensation precipitates vitreous impermeability, resulting in the trapping of aqueous humor in the vitreous cavity, as shown by B-scan ultrasonography. This process has been suggested by other investigators. 6 In our case, it seems likely that the longstanding impairment of aqueous production prevented the manifestation of malignant glaucoma. Although medical treatment was successful in our case, surgical procedures such as laser photodisruption and pars plana vitrectomy are needed to disrupt the barrier to anterior aqueous fl ow in a medically unresponsive or recurred case. Our case shows that spontaneous malignant glaucoma can occur in a longstanding hypotonous eye if there are anatomical risk factors. 
